Dr Frnk Nash (Royal Alexandra Hospital for Sick Children, Brighton) said that the patients they had seen in Brighton were examples of familial pancreatitis and they did not yet know whether Dr Darby's patient would eventually fall within this group. In their own cases it seemed more than likely *that the calcification was secondary to pancreatitis. He noted that this patient had had attacks of ab-Jominal pain although the serum amylase had not been elevated. As regards the etiology of familial pancreatitis, some cases were thought to be due to -developmental abnormalities of the pancreatic duct system and this had actually been demonstrated in a (few adult patients. A M, boy aged 6 months First identical twin born at 38 weeks gestation, birth weight 2-52 kg. Twitching began on the 7th day, serum calcium 5 6 mg/100 ml. He was successfully treated with oral calcium but twitching recurred on the 18th day. This time there was no response to oral or I.V. calcium but he did respond to 30,000 units vitamin D. At 38 days the serum calcium was still 6 5 mg/100 ml, phosphorus 8 5 mg/100 ml, alkaline phosphatase 359 pmol/min/litre, and the phosphate excretion index was low, suggesting hypoparathyroidism. No parathormone could be detected at 48 days nor at 3 months. There was no evidence ofmaternal hyperparathyroidism or osteomalacia.
The second twin, birth weight 2 5 kg, began twitching on the 7th day but responded to oral calcium and has had no further symptoms.
Professor Charles Dent (University College Hospital, London) thought this case extremely interesting as the presence of an identical twin whose neonatal development was normal excluded many causes of prolonged tetany. With immigrant parents maternal vitamin D deficiency could easily be suspected, even when the dietary history seemed adequate. He had had many difficulties in obtaining reliable dietary histories in these circumstances. Likewise, there was no evidence of metabolic disease, such as coeliac disease, in the mother.
He guessed that the first twin suffered from unusually prolonged immaturity of the enzyme systems responsible for metabolizing the ingested vitamin D to its active hydroxylated derivatives. These were present mainly in liver and kidney and there was plenty of evidence that occasionally other enzymes in these organs failed to complete their development until some months after birth. He thought that it should be possible to investigate this directly in suitable cases. Temporary rickets might be expected to develop in such cases and would not respond to normal doses of vitamin D. It was not necessary to assume inadequate parathyroid hormone production since this hormone could not act in the absence of vitamin D and a perfect mimicry of hypoparathyroidism could therefore occur even with normal parathyroid function.
Dr J L H O'Riordan thought this patient and his twin must both have had defective parathyroid hormone secretion. Both had been hypocalcamic, and in this patient (unlike Dr Preece's case of pseudohypoparathyroidism, p 730) little or no parathyroid hormone could be detected even when he was hypocalcemic. Why the parathyroid gland should be inactive was, of course, not clear.
